pended, for his own initiative, any type of medical treatment. The physical examination revealed: blood pressure 130/80 mmHg, rhythmic heart rate 105 bpm, breaks free, no lung stasis nor peripheral edema. The skin was pale and there was no signs of fluid overload. In the suprapubic area there was a hard mass, tense, sore from probable globe bladder. The diuresis was present. The laboratory tests showed a mild anemia (hematocrit 31.9 vol.%, hemoglobin 11.4 g/dl) and a severe renal impairment (blood urea 174 mg/dl, s-creatinine 7.4 mg/dl). Blood gas analysis revealed metabolic acidosis (pH 7.3, bicarbonate 18 mmol/L, BE ecf-5.6 mmol/L). Serum electrolytes were normal. Erythrocyte sedimentation rate was 24 mm, and urine analysis showed a density of 1010, pH 5.0, hemoglobin 0.10 mg/dl, absence of protein and some erythrocytes in the sediment. Urineculture was negative. There were not bleeding disorders, and liver and thyroid function were normal. The electrocardiogram highlighted sinus rhythm, tachycardia. The chest X-ray was negative. Abdominal ultrasound, performed at the admission to our Department of Nephrology, showed an increase in right kidney size (Figure 1) , with a 138 mm longitudinal diameter (LD), and a normal size left kidney (LD 103 mm). The parenchymal thickness was bilaterally slightly reduced with bilateral severe hydroureteronephrosis. The bladder appeared very relaxed, with thickened walls, jagged mucous design and there were presence of large particulate matter in suspension (estimated volume of 4500 ml) (Figure 2) . The urologist consulted, after an unsuccessful attempt to bladder catheterization, placed suprapubic transcutaneous Foley catheter, resulting an abundant outflow of urine hyperpigmentated. The patient underwent a hydration therapy with sodium bicarbonate and polysaline solution, and antibiotic therapy with levofloxacin 500 mg/day was started. During hospitalization, indices of renal function gradually improved, as shown in Figure 3 , with a correction of acid-base balance. In the following days, the patient was submitted to retrograde and voiding cystourethrography that showed the bladder retrogradely filled with finely serrated walls. In the voiding phase only a thread-like opacification of the
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INTRODUCTION
The bladder neck disease is a cervico-urethral obstruction that results in an obstructed flow of urine due to the incomplete opening of the bladder neck during urination. To date, the etiopathogenesis is still unclear and may be given to an abnormality in the development of the bladder neck and the detrusor musculature, whereby the bladder neck, during urination, remains contracted (1-4) . The present paper focuses on PBNO complicated by acute urine retention and severe renal failure, treated with surgery and shows clinical, laboratory and instrumental long-term follow-up.
CASE REPORT
We describe the clinical history of a 48 years old male, sent to our attention from emergency room where he presented for marked asthenia, general malaise, and oliguria. His history was positive for nocturnal occasional urinary incontinence from childhood. For this reason he had been treated with alpha blockers for an unspecified time. Since 38 years he had not carried out clinical, chemistry, and instrumental inspection and he had sus-The sequential renal scintigraphy showed the ability of glomerular filtration rate less than the norm, with functional prevalence of the right kidney and absence of signs of obstructive disease. Uroflowmetry revealed flow values and flow control in the standard curve. Bladder over dilated at diagnosis with thickened walls (left); post-voiding residual volume after treatment (about 100 ml) (right).
Introduction
urethra was appreciated, whereas, in the retrograde opaci fication, signals stricture of the membranous urethra was detected. Subsequently, in general anesthesia, he was submitted to urethrocystoscopy with evidence of obstructive bladder neck. Endoscopic incision of the bladder neck by laser fiber was performed with urinary catheter placement and subsequent removal of the suprapubic Foley catheter. The postoperative course was uneventful, so the urinary catheter was removed and a valid resumption of spontaneous voiding occurred. At discharge the patient was in good general condition, with valid urination of normochromic urine and improvement in renal function (s-creatinine 2.5 mg/dl, cGFR 27 ml/min/m 2 MDRD formula). The patient underwent a regular clinical, laboratory and instrumental follow-up (renal and bladder ultrasonography, uroflowmetry, renal scintigraphy) and, after more than a year, resolution of symptoms, absence of urinary tract infections and improvement in renal function (s-creatinine 1.64 mg/dl, cGFR 88 ml/min/m 2 ) were observed. Sonographically, the right kidney presented a normal size (LD 108 mm), regular shape, normal cortico-medullary thickness, resistive intrarenal index (RI) equal to 0.6 and pyelo-caliceal cavity not dilated without stone. Left kidney presented a small size (LD 81 mm), regular shape, thickness cortico-medullary reduced, (RI 0.9), with a II-III degree hydro nephrosis, without stones (Figure 4) . Bladder showed thickened walls and a post-voiding residue was present (about 100 ml) (Figure 2 ).
